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Research progress of telomere and its analogues in tumor targeted therapy”
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[Abstract] Telomere is closely related to apoptosis,cellular senescence, tumorigenesis and development.
Telomere length and its structural integrity play an important role in the infinite proliferation of tumor cells.
The telomere end has a guanine-rich tandem structure (TTAGGG) ,and its single-stranded hanging end turns
to form a loop to maintain telomere function,and the sequence spontaneously forms a G-quadruplex (G4) un-
der certain conditions. The formation of G4 will inhibit telomerase structurally or the effect of ALT on exten-
ding telomeres,so as to have anti-tumor properties. Oligonucleotides (T-Oligo) , homologous to telomeres, can
cause DNA damage in tumor cells after entering the nucleus,and make tumors cells undergoing aging or apop-
tosis via activating the ataxia telangiectasia mutated (ATM) pathway to up-regulate downstream factors such
as p53,p73 and p95/Nbsl. This review summarized the research progress of telomeres and their analogues in

tumor targeted therapy,and lays a foundation for clinical treatment of tumors.
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